Preliminary results of a long-term animal study (rats) indicate synergism between inhaled vinyl chloride and ingested ethanol in tumorigenesis.
Introduction
A causal relationship between vinyl chloride and angiosarcoma of the liver is well documented in man (I) and in animals (2) . However, little is known of factors which may influence the incidence of this rare form of cancer.
There is evidence indicating that alcohol dehydrogenase (3) and mixed function oxidase enzymes (4) of the liver metabolize vinyl chloride. Both of these enzymatic processes are also known to be stimulated by ethanol (5, 6) . Such (Table 2) . Liver tumors occurred earlier and more frequently in the group of animals exposed to both vinyl chloride and ethanol (Fig. 1) .
Histological examination of tissues has been completed of six vinyl chloride-exposed rats and seven vinyl chloride-ethanol-exposed rats (Table 3) . Based on histological evidence, the latent period for angiosarcoma of the liver is 53 weeks in rats exposed by inhalation to 600 ppm vinyl chloride and 38 weeks in rats exposed ethanol. In a long-term study, initial deaths are expected to occur among those animals most susceptible to the toxic effects of the administered agent or agents. For this reason it is quite possible that, in this study, complete data will reveal a smaller percentage of animals responding to the synergistic effects of vinyl chloride and ethanol.
These results suggest that data should be collected of the social and chronic drinking habits of workers exposed to hepatotoxic agents. TIME (weeks) Environmental Health Perspectives
